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The fractional catabolic rate (FCR) of low-density lipoprotein (LDL) apolipoprotein B
(apoB) in a patient with autosomal recessive hypercholesterolemia (ARH) was 75% smaller,
whereas direct removal of very-LDL apoB was dramatically greater compared with those of
normal control subjects. Statin therapy normalized FCR of LDL apoB and increased
direct removal of very-LDL in ARH patient. On the other hand, the FCR of patients with
homozygous proprotein convertase subtilisin/kexin 9 (PCSK9) gene mutation was 52%
smaller than that of normal control subjects and normalized by statin therapy. Whereas,
both production rate and direct removal of very-LDL was increased compared with those of
normal control subjects, which were not changed by statin therapy.
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